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Success has also attended the use of irradiated milk or of helio- or
actino-therapy, but these measures are not generally so suitable.
In curative treatment, hal ibut-liver oil and calciferol have the advantage
over cod-liver oil that they can be tolerated at a more adequate level
of antirachitic activity. The optimal prophylactic dose for infants and
children has been found to be from 500 to 1,500 I.U. daily, and the
optimal curative dose about 1,000 to 3,000. The minimal toxic dose is
approximately 10,000 I.U. daily. It is important that the correct dosage
should be adhered to: the lower limit of toxicity is not far removed from
the optimal level for most effective curative treatment (see Harris, 1933).
Vitamin D It has been known since the last century, at least, that rickets is often
and the teeth assocjatecj wjth dental caries, and it is now appreciated that vitamin D,
by promoting the normal calcification of the teeth, aids them to resist
erosion. Clinical trials have proved that administration of vitamin D
is one of the factors which can keep in check the spread of caries
(M. Mellanby, 1934).

(b) Vitamin Dfor Mothers

The requirement of nursing arid expectant mothers for vitamin D is
increased, and an allowance of about 2,000 T.U. daily may be recom-
mended, The need is not so much for any effect that the vitamin may
have on the offspring, or on the milk, which is small in ordinary
circumstances, but in order to increase the mother's assimilation of
calcium and phosphate so as to make good that lost to the foetus or
in the milk.
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(c) Infantile Tetany, 'Coeliac Rickets', Juvenile Rickety,
Osteornalacia, 'RenalRickets'
Infantile tetany is a nutritional disorder. It is seen in association with
rickets and its direct cause is hypocalcaemia. It is cured and prevented
by the same treatment as rickets. The view that tetany is due to 'mal-
function of the parathyroid gland', or to Intoxication with guanidine',
certainly does not apply to true infantile (nutritional) tetany. In fact,
treatment by parathormone, which has sometimes been recommended,
would seem to be inadvisable except as an emergency measure for it
merely aggravates the underlying metabolic error, causing loss of
calcium from the body by taking it from the bones.
Failure to assimilate fat in coeliac disease sometimes leads to rickets.
This complication, can be prevented by the administration of calciferol
in a non-fatty medium (Parsons, 1927, 1931).
In western countries adolescent or juvenile rickets is rare, in contrast
with infantile or true rickets, The latter, in its active form, occurs
nearly always between the age limits of about six months to two years.
In Central Europe at the close of the World War, however, juvenile
rickets was prevalent (Simon, 1921). It is still common in a number of
eastern countries including India (see e.g. Hutchison and Stapleton,
1924; Wilson, 1931) and elsewhere, for example, among Finns and
Laplanders (Kloster, 1931).